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SUMMARY
Optic nerve disease has been reported in patients with renal failure. A toxic aetiology has been postulated. The incidence of this complication of renal failure has not been determined. We observed 60 patients with renal fail ure on dialysis for 24 months to determine the incidence of optic neuropathy. Four patients developed typical acute ischaemic optic neuropathy. Their case notes were reviewed in order to determine the pathogenesis. Each patient had long-standing renal failure and its sequelae of anaemia and hypertension. The immediate causes of ischaemia were hypotension in 1, severe anaemia in 1, and generalised atherosclerosis in 2 patients.
Optic neuropathy is a well-known complication of renal failure/dialysis. A neurotoxic type of optic neuropathy in uraemic patients with a serum urea nitrogen level of more than 35.7 mmol/I was reported by Knox and associates, 1 who implicated hypertension and anaemia as well as a raised serum urea nitrogen. Medical management with haemodialysis was followed by improvement of vision in 4 of their patients. In 1 patient resumption of cortico steroid therapy was followed by improvement in vision, but the patient whose vision improved the most rapidly was managed by prompt use of both dialysis and oral corticosteroids.
Hamad and associates described a similar type of optic neuropathy 2 in patients maintained on dialysis. In 1 case desferrioxamine toxicity was suspected. Other risk factors identified were again hypertension, anaemia and a raised serum urea nitrogen. Their third patient had profound loss of vision, and the likelihood of an atypical non-arteritic acute ischaemic optic neuropathy (AI ON) in a young patient in that particular clinical setting was noted.
In contrast, all 4 of our patients had typical non-arteritic acute ischaemic optic neuropathy.
PATIENTS AND METHODS
All 60 patients attending the renal dialysis unit had oph in the left eye improving to 6/4 on refraction (-0.25/+0.25 @ 180). There was no afferent pupillary defect. Visual fields were normal. There was no pain on ocular move ment. She was reviewed after 3 weeks. There was no 
Case 3
A 77-year-old Caucasian woman complained of rapid loss of vision in both eyes, the left eye being more severely affected than the right. Visual acuities were recorded as 6/60 right and finger counting at 0.5 m left. Her visual field is shown in Fig. 3 . An afferent pupillary defect was demonstrated in the left eye. The fundi showed a few scat tered cotton wool spots but the retinal vessels were of normal calibre and no emboli were visualised. The left optic disc margins were blurred. There were no signs of carotid artery disease and she had no clinical features of temporal arteritis, but the erythrocyte sedimentation rate was found to be raised to 109 mmihour. She was started on systemic steroids but a temporal artery biopsy was nega- 
Case 4
A 32-year-old diabetic Caucasian man who had pre viously been treated for bilateral proliferative diabetic ret inopathy with panretinal photocoagulation, complained of rapid loss of vision in his right eye to counting fingers which improved to 6/60 over the following week. He had previously had stable vision of 6/18 in each eye. On exam ination he had a right afferent pupillary defect, a colour discrimination defect and a visual acuity of finger count ing at I m. His visual field is shown in Fig. 4 . This deterio ration of the visual field was found to be recent after comparison with previous visual fields. The right optic disc was not swollen but pale, the retinal vessels were of normal calibre and no emboli were visualised. There was no history of migraine nor any carotid bruit.
He had been an insulin-dependent diabetic for the pre vious 20 years, receiving chronic intermittent haemodial ysis for the management of chronic renal failure secondary to diabetic nephropathy. His diabetic control had been satisfactory and he had been hypertensive for 4 years, controlled on captopril, nifedipine and atenolol.
He had been anaemic (haemoglobin 9 g/dl) and had recently developed angina. He also had a family history of S. HAIDER ET AL. Our first patient had multiple episodes of severe hypo tension. The temporal relationship between these episodes and the acute ischaemic optic neuropathy suggests that the hypotension was the initiating event. His history illus trates the different factors contributing to the hypotension, which included marked ultrafiltration (necessary to con trol his weight gain) and the use of beta blockers and iso sorb ide for angina, combined with autonomic neuropathy associated with his chronic renal failure. 
CONCLUSION
With the expansion of the demand for renal replacement therapy, an increasing number of patients are receiving dialysis, often in the presence of multiple pathology including diabetes, generalised atherosclerosis and hyper tension. Optic neuropathy seems to be a common compli cation of renal failure treated with dialysis and our study indicates that ischaemia rather than toxicity is the causa tive mechanism responsible for triggering it in these four cases. The cases presented above underline the heterogen eous nature of the factors underlying ischaemia in the
